INTRODUCTION
Almost half of the vascular events appear in individuals with normal lipidemic profile. However, the classic preventive anti-lipidemic treatment is indicated only for individuals with hyperlipidemia. There are studies which have demonstrated that a preventive treatment could be administered to people with normal cholesterol levels but increased levels of C-reactive protein (CRP) [1] .
Elevated levels of low density lipoprotein (LDL) are considered to participate in the atherogenic process. Once deposited in the intima, LDL is subjected to chemical modifications, such as oxidatation. The oxidated form of LDL up-regulates a number of molecules which trigger the adherence of monocytes and T-lymphocytes to the endothelial cells of the arterial wall. After the monocytes and T-lymphocytes bind to the arterial surface, they migrate into the subendothelial space, where they differentiate and are transformed into macrophages and foam cells. The oxidated LDL acts as a chemoattractant for monocytes and lymphocytes and it can also inhibit the macrophage mobility. Moreover, the oxidated LDL can stimulate the production of many inflammatory mediators from other vascular cells, resulting in the promotion of the inflammation process. The above actions, among other atherogenic effects, contribute to the formation of the atherosclerotic plaque [2] .
Statins act by inhibiting the activity of the 3-hydroxy-3-methylglutaryl-coenzyme A (HMG-CoA) reductase. The latter is an enzyme which participates in the regulation of the hepatic synthesis of cholesterol. Statins are more effective in reducing LDL-cholesterol but less drastic in lowering triglycerides and raising HDL-cholesterol. They reduce the incidence of the atherosclerotic events and are used for primary and secondary prevention against cardiovascular episodes. It is believed that statins may also have an anti-thrombotic and anti-inflammatory effect [3, 4] .
CRP is a sensitive marker of inflammation. In humans, the plasma levels of CRP may rise rapidly and extendedly, as much as 10,000-fold or more, after an acute inflammatory stimulus [5] . CRP is mostly synthesized in the hepatocytes but there is recent evidence which demonstrates the extrahepatic production of CRP in different cells including atherosclerotic lesions [6] . It is one of the at least 40 plasma proteins which are defined as acute phase proteins. Their plasma concentration increases or decreases by at least 25% during an inflammatory process [7] . In recent years, there is plenty of published data which demonstrates a clinical significance of the raised plasma levels of CRP for the evaluation of the cardiovascular risk in apparently healthy individuals. It is recommended [8] that cut-off levels of high-sensitivity CRP < 1.0, 1.0 to 3.0 and > 3.0 mg/L express low, average and high risk respectively for the development of cardiovascular disease, even among apparently healthy individuals with low-to-normal lipid levels. These raised levels may reflect an underlying chronic inflammation of the endothelium. In addition, CRP itself may participate actively in the pathogenesis of atherosclerosis through biological effects on the endothelial cells, the monocytes-macrophages and the smooth muscle cells [9, 10] . Therefore, CRP can constitute a biomarker for the clinical estimation of the cardiovascular disease risk [11] . However, CRP cannot be considered as a specific prognostic marker of ischemic incidents, since it is produced in almost all the forms of inflammation, infection and tissue damage. According to the National Cholesterol Education Program Guidelines, the desirable LDL levels in people of high risk must be under 70 mg/dL [12] . The indication for treatment with statins concerns all the individuals of high cardiovascular risk, the individuals of moderate risk with LDL > 135 mg/dL and the individuals of low risk with LDL ≥ 190 mg/dL [13] . Although the statin therapy is firmly established [14] [15] [16] [17] and generally acceptable for secondary prevention, the use of statins for primary prevention remains a controversial subject [18, 19] .
The JUPITER trial [20] demonstrated that the administration of rosuvastatin in apparently healthy individuals with LDL < 130 mg/dL and CRP > 2 mg/L reduced the LDL levels by 50% as well as the ischemic vascular incidents approximately by the same percentage. The CRP levels were also reduced by 37% [21] . This trial tried to answer the question whether individuals of this category (normal LDL, increased CRP) would be benefited by statins. There are also other studies which have demontrated that statins lower the CRP levels [22] [23] [24] . The assumption that atherosclerosis is partly an inflammatory process affected also by LDL could justify the use of statins to individuals non-hyperlipidemic and without any indications of vascular disease for primary prevention, using the raised CRP levels as a criterion for the initiation of the treatment. Therefore, the benefits from statins may extend beyond the LDL reduction alone. At this point, a critical question emerges. Are the LDL levels independent of CRP levels? The present study aims at the demonstration of the existence or not of a possible correlation between LDL and CRP among apparently healthy individuals with normal LDL and the comparison of the mean CRP values between individuals with normal CRP and individuals with increased CRP.
MATERIAL-METHODS
The material of the study includes a series of LDL and CRP test results from the records of the laboratorial examinations of the Microbiological Laboratory of the Regional Department of N. Kosmos of the Social Insurance Institute in the city of Athens from 2008 through 2010. The study population was divided in two groups. The first group included 260 adult men (mean age 48 years old, mean weight 85 kg, and mean height 1.72 m) and 484 adult women (mean values 48 years old, 85 kg, and 1.62 m respectively) whose LDL values were lower than 130 mg/dL or equal to 130 mg/dL. All the subjects of the first group were clinically healthy without any kind of inflammatory disease. The second group included 60 men and 204 women with LDL higher than 130 mg/dL and it was used for comparison purposes. The study was approved by the Administration of the Institution and conducted after the issuing of the relative authorization.
The correlation between LDL and CRP was investigated among the individuals with a range of LDL values ≤ 130 mg/dl, separately in men, women and total. The determination of the LDL limit was based on the JUPI-TER study, according to which the coexistence of a CRP value > 2 mg/dl is considered by certain clinical physicians as a situation with increased cardiovascular risk and imposes the initiation of a treatment with statins. In addition, the mean values of CRP in the two study groups were assessed and compared.
The appropriate statistical values of LDL and CRP (mean, minimum, maximum, median, mode and standard deviation) among the study population as well as the statistical comparisons were calculated with the use of the statistical package SPSS 14.0 (Copyright © SPSS Inc.).
The total cholesterol values were measured with the CHO-POD Timber reaction method, the triglycerides values with a photometrical (GPO-PAP) determination, the HDL values with the immunoinhibition technique and the CRP values with the method of turbidimetry. The LDL values were calculated automatically according to the formula "LDL = (total cholesterol-triglyc-erides)/5-HDL". Tests with triglyceride values over 400 mg/dl were excluded. The form of the distributions of the LDL and CRP values in the first group was examined and the Pearson's correlation coefficient was calculated. The statistical comparisons were performed with a χ 2-test. Table 1 Table 2 shows the Pearson's correlation coefficients in the three subcategories (men, women, total) of the first study group. It was found that the Pearson's 
RESULTS

DISCUSSION
Main Discussion
The generative effect of LDL in atherosclerosis and the pathogenic role of CRP either as an inflammation marker or as a contributor to the atherogenic process are acceptable to a great extend by the scientific community. The initiation of a treatment with statins in people with normal LDL levels (≤ 130 mg/dL) but increased CRP levels (> 2.0 mg/L) is currently a research subject with controversial opinions. The results of the present study showed there is not a correlation between the LDL and CRP values among the study groups' populations. It is being discussed whether certain factors interfere in this conclusion.
The process of inflammation can be considered as a body reaction to the destruction of architectural structure of the vascular endothelium. In turn, inflammation represents a significant factor which leads to the formation of atherosclerotic lesions and favors both the destabilization of the atheromatic plaque and the formation of thrombi [25] . It is assumed that various factors could differentiate selectively the sensitivity of the vascular endothelium or affect in various ways the organism's reaction to the "toxic" influence of LDL.
According to the Pearson's correlation coefficient (0.120 in males, −0.073 in females and −0.008 in total), the LDL variations were not being followed by respective variations in the CRP values among the normal LDL group in the present study. That is to say that an LDL increase was not accompanied by a statistically respective CRP increase. Moreover, the comparison of the mean values of CRP in the two study groups (individuals with LDL ≤ 130 mg/dL and individuals with LDL > 130 mg/dL) showed that there is no statistically significant difference (P > 0.05).
Conclusions
Nowadays, there is a clinical trend which supports the study and use of certain biochemical markers, such as oxidized phospholipids on apolipoprotein B-100 particles (OxPL/apoB), for the prediction of the development of the atheromatic disease [26] . The findings of the present study could also implicate a clinical significance. They do not reject the initiation of a treatment with statins in individuals with a normal lipidemic profile but increased CRP values (>2 mg/L), no matter what discussion is being conducted on this field. However, the specific treatment should not be based exclusively on the correlation of the LDL and CRP values, as certain researchers believe, but it should include other criteria too. Definitely, the coexisting increased levels of LDL and CRP constitute a dangerous compound, even if the CRP measurement has not been established as an important marker for the prevention of cardiovascular incidents and it is not included in the ordinary tests, unlike the LDL evaluation. Further studies on this field are certainly necessary for the formation of well established guidelines and the broad application of CRP screening and the initiation of statin therapy or even treatment with ezetimibe [27] in individuals with normal lipidemic profile.
